The migrant sensory neuritis of Wartenberg Transitory and often painful sensory symptoms commonly occur in a variety of neurological disorders and they may also be precipitated by minimal trauma, as, for example, sleeping with a limb in an awkward position. Similar disturbances in sensation, sometimes in a "non-anatomical" distribution and without objective evidence of neurological dysfunction, may occur in patients with demyelinating disease. Sensory symptoms are often the first indication that the sufferer has demyelinating disease. The diagnosis may be confirmed subsequently by the development ofthe typical clinical features of the disorder together with the finding of abnormal visual evoked responses and the presence of consistent immunoglobulin ( Wartenberg referred to this condition in several papers which were published between 1940 and 1950, and in his monograph on "neuritis"2 he reanalysea his nine cases in detail. Unfortunately, the reports of these nine cases were anecdotal with no objective confirmation of abnormal function of the peripheral nerves except in the ninth patient, who developed Guillain-Barre syndrome three weeks after being seen by the author. Wartenberg went on to make the incorrect suggestion that abnormalities of the peripheral nervous system occur in multiple sclerosis and that a migrant sensory neuritis was a mild form of the disease characterised by a predilection for the superficial sensory nerves.
Matthews and Esiri have recently given a brief account ofthe clinical features in six patients with a disorder which should probably be termed Wartenberg's syndrome.' In each case pain and subsequent loss of sensation were induced by movement of a limb which stretched a cutaneous nerve-for example, kneeling while gardening. The results of studies of the conduction velocity of motor nerves in cases 1 and 2 were normal, but the amplitude of the action potential in the sensory nerves of the fingers was reduced. In case 6 no action potential was recordable in the sural nerve. Because of this, a biopsy specimen of the nerve was taken and several minor abnormalities were found, including occlusion of a perineural blood vessel. This gave rise to the suggestion that ischaemia may play a part in the pathogenesis of migrant sensory neuritis. Nevertheless, the pathological changes might have been induced by the minor trauma which occurs in everyday life in an otherwise normal person. The axons of peripheral nerves can stretch during normal movement of a limb,3 and there is no suggestion that patients who develop migrant sensory neuritis are more likely to develop entrapment of the peripheral nerves or nerve palsies induced by pressure (these are sometimes familial). Thus the pathogenesis of Wartenberg's syndrome is still not understood.
As far as incidence is concerned, it would appear that migrant sensory neuritis is an unusual visitor to the north east of England at least, at any season of the year and may even be an endangered species! In view of this, it is perhaps surprising that the condition appears to "cluster" in the Thames Valley and San Francisco. With 
